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(F8E) £ B M A5 47 AT 45 (non—alcoholic fatty liver disease, NAFLD) & — A LU AT 48 L 1 5 i 09 52 % 2 AR 4 4 AL oy (%4 M %
4,45 B 40 fis 7 HF (simple fatty liver, SFL) . 3 78 4% £ A8 7 14 i 3% (non-alcoholic steatohepatitis, NASH) J 4 5 i #2 4t Fn i 40 1,
i A A R A s Ry R B T - 1a(prohferator—acnvated receptor—y coactivator—la, PGC—la) & — # # 5 3£ 8005
B ¥, 4 B AR, A R R oy A Ak A B RO LR B R R R R RS EEAR ] , NAFLD # & & 4ty oL,
R B AT FRAERG  PHERZEE ZREETRM, KL ZHTIE7T NAFLD, R % # %3 % PGC-1a,
M B A IR OB AR AL R SR RO E 7 T BCE NAFLD, O ¥ 253697 NAFLD AL #F R 8 g o 54
(KB FHHMEIH G ; ¥ 24 PGC-1a; B 5 FH A5 KIE; AL #L
(FEHZESIR285.5 (kbR AERD )A (X EHS )doi:10.3969/).issn.1674-070X.2023.07.029

Research progress on treating non—alcoholic fatty liver disease by

regulating PGC-1a with Chinese medicines
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(Abstract] Non-alcoholic fatty liver disease (NAFLD) is a metabolic disorder characterized by abnormal accumulation of lipids,
including simple fatty liver (SFL), non -alcoholic steatohepatitis (NASH), and associated cirrhosis and hepatocellular carcinoma
Peroxisome proliferator—activated receptor—y coactivator-la. (PGC—1a) is a transcriptional coactivator that regulates energy metabolism
and plays an important role in processes such as mitochondrial biosynthesis, glycolipid metabolism, and adaptive thermogenesis in
the body. Due to the complex etiology and pathogenesis of NAFLD, there is no effective treatment or specific drug in clinic.
Chinese medicines can treat diseases through multiple targets and pathways, which has been widely used clinically for the
treatment of NAFLD. This paper reviews the regulation of PGC—la by Chinese medicines from the aspects of affecting insulin
resistance, lipid accumulation, oxidative stress, and inflammatory response, providing some references for mechanism research of
Chinese medicines in treating NAFLD.
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A5 1 K5 P IR 5 BT 9% (non—alcoholic fatty liver
disease, NAFLD )& B iP5 45 A1 A B 4t A9 52 1 PR 3R
ST S5 A4 T A0 6L PN g Ao R TR Oy = AR A 1 1 AR e
LR G AE 5 5 R R0 RNE (L ) I B VA O
(18 A5 A5 P A L U8 P I 5 A B S i I
(simple fatty liver, SFL) JAE P9 M B i 14 - 48 (non—
alcoholic steatohepatitis, NASH) Jz A 5 4 Jif- 5 1k 1
JT 4 g o 3% B N NAFLD BU% 551k 29.81%, Bk
FRIR R (37.11%) B 8 5 F 2 1% (22.67%)"", NAFLD
(R RIHLEN T AE 18, e 5 AL (insulin resistance,
IR) AN A AE e 22 PE g 17 R 55 76 NAFLD
[ R A R R T 3 R AR A R o Sk Y AR
B )T 32 AR —y L3 - 1o (proliferator—acti-
vated receptor—y coactivator—la, PGC-1a) J&ZE i
WA MG HF W TRERS, 25
NAFLD O IfiL 8 % 5 W PR ' g LA B il 2208
FIPEBR I R AE R . Th2GHEIRYT NAFLD R T
HpARR 3 AR SCLEiR T 245 7% PGC—~1aiAYTNAFLD
(O BIF 58 IR, O T BE 2496 7 NAFLD 4 (T ) il i
LR,

1 PGC-lo I ThEE

PGC-1 ki H PGC-1a PGC-1B Hil PRC(PGC-1
AHOC A 0 B 7)3 A b L, PGC-1a /& 1998
£ PUIGSERVER 7EFR (R 1 412 & B 4412
PGC-1a J& —Fi 8 F 055 BN 43 7, J2 g & AR ¢
SRR D AR O E BFIE R UL R A R AR
HE B F L 288 B rh B 3R R TR BRI A &
J R A WL P A B LT A2 L
e v A 45 25 T ELAE [0 I R BT AR T P R 4
fads, PGC-1au 7 NAFLD 0 I B Wl PR B 9
e DA Bt 2 R AT M S5 R TP I RIR TR A
FIRECA NAFLD 58505 1A Y7 16 0T HE B,

PGC—1a F] 75 2 Fh o 5 I 1 10 0 1, 32 2240
5 % 32 VA — W 938 A0 DG Z A (estrogen—relatedreceptor,
ERR) i %Ak ¥ Wl 1 1 5 0 800 A2 1R (peroxi dase
proliferation activated receptor, PPAR) AF4% 3% 1A —#%
IEI X7 (nuclear respiratory factor, NRF)F1 X 3k &
ZAK O1(forkhead box protein 01, FoxO1)% ERRa
5 PGC—la 254, WIS 2 15 A8 o FAs 25 A8 14 2%

KL W 5245 )RR 6 17 i PR 2 3 ) DA R 4 ) —
FRIRAG IR 2 b1 4 1 5 T2 16 R i 107 TR B 4L Tt 114
FEH ik s B R W], 0 ERRew AT BE T Hy 55 B 7K
b & W IR B R IR A S B NAFLD & R,
PPARo 3 B 5 SEAE I E b, R 50 B, A 97 74 22 1
JHE /N B B D R R AL ] AR 42 32 PGC -1/
PPAR« i 44 A9 52 1 51, PPARy 0] - 98 I I 2% 1 3%
ik AR PR AR 2R A IR R IR IK R 5 AT rh i 2
GG Bl RARS RIK N, IR FfE S A0
B AL A, WU U /0 ST 41 A G 5 e R, PGC-1au
(0 AT IR HE Kelch #ER SN BEAH SC B 111 (Kelch-
like ECH-associated protein 1, Keapl)5 #% K F 41
Y &R 2 AHCH F 2(nuclear factor erythroid 2 re-
lated factor 2, NRF2)AUfRE , i NRF2 A%, 3%
T — R A P EAL TN, 7E NAFLD & 4% f£ 3 1E
T, PGC—1a AT #3% NRF1, $2 5 NRF1 03 K 40 2k
7 4 53 I F- A (mitochondrial transcription factor A,
mtTFA) B %% 56 mitTFA 1% 4L J5 5 60 2 4R Ak | 1 4k
mtDNA (1% 55 K, BT SORLR (0 £ By & A=
FoxO1 J2 15 JFF KA A 3 ) o 22 4% S IR 1, AF 5%
I, FoxO1 {2 2 A0 EE 11l A4 5 £ ] Jn & i
95 L, i R A 5T S8, BFE T PGC—1ae mRNA I
FeikJe NAFLD () 5 205 [ 2 101

2 HZAIEE PGC-1a B4 NAFLD

NAFLD R IR NG B R it 22 | A AE Fl A AL ik
JRRAZS AP, 7E NAFLD 31 18] | J1F-40 i AS F-1iff 52 22
TR B 10y R 2 P, e B8O ML b ik B LAk R oA Jo 1Y)
O 385 T e B, I o ™ A D R T B ER
T4 (reactive oxygen species, ROS) i P& (reac-
tive nitrogen species, RNS) 176 ¥4 &7 9 I (veactive
sulfur substance, RSS)41 & |5 SO 4l g 5 4 , £
B HiE 41 L IR T (TNF—a IL—6 IL=10) 14 43 3 F1 41 Jfd
FET T LA AR L it S A 0 T v 1 02 % 15 53 it
FEPUERRS T,

NAFLD Ja& T B 2 “ 108 ™ < Joih o 7 < PR " 45
W, AR TR PR 5 IR AR I AR G 55 I K B A
A, FBOR B b B ARG T E 251097 T
S , BA bRA eI (22 mIAE /N T 24 PR AR Ry 4R
2l SR, H BRI 58 K ERA 25 W4 F AL 6 AS B
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- H R E KR, LR RN PGC-1a
T8 245 B T I IR0 T Bk B B B 5 AR R
SOR 2 4 PGC—1a 19T NAFLD 9 %0 SCHR 2
17 R4 LU o b 293R8 97 NAFLD (1 B F 5% 2 41t
Wrs%,
2.1 HZHIAE PGC-la M IR SHEERHEKE
NAFLD

IR 5 NAFLD B} EE T2k NAFLD /) % 4=
K, IR 51AME R 5 425 i, 3k 22 1) g 107 TR i
I 35 B (] B JHF U A 0y E BN IR 3 FE B
HLRLRT Re RS, BOR IR A AL . PGC-1a BE
% 3 i 2 (4 BB B (protein kinase B, PKB)j=Z: (1)
8 55 F8 A2 AR A5 5 R W TR B R AZ AR 1(insulin re-
ceptor substrate 1, IRS1) I ZE ZIRIEY) 2 (in-
sulin receptor substrate 2, TRS2) 2 [d] {1 F- i , 76 4
S A= 1 A 1 v B U AR JH o NAFLD /) BUFFIE 2 18t
CoA ¥ 1L M (acetyl CoA carboxylase, ACC).JH [#
P TS5 A 1(sterol-regulatory regulatory el-
ement binding protein 1, SREBP1) K H:Jlig £ p # 3&
DAL [ il [t 4 i Al(Stearoyl Coenzyme A1, SCA1)#
I 17 % 4 3 3 A (fatty acid synthase, FAS)|f%E [
ik L, M2 SRR B ALY H [ W PPARa
PGC T, PA B it Al 15 % 4% i 1
transferase 1, CPT1) i3 % 1k ¥y il 14 ok 4 W A %201k
fiff 1(peroxisome acyl coa oxidase acyl-CoA oxidase,
ACOX1) FIN L7 {4 fifg H 106 26 11 2
coupling protein 2, UCP2)]LA }z PGC—-la | ¥i# 4 it
UUBR A B E 4 T 1(silent mating type information
regulation 1, SIRT1)HI AMP 4 #fi % 14 i /# (adeno-
sine 5”—monophosphate —activated protein kinase a,
AMPKo) 235 T , 5 PGC—1o 38 % 1T 2 3% AT IE
Jig o LR

Hh 24 52 T R T BRE TG 97 W DR 9 1 s T B 4 4
JFIELH 2L PGC—Tow 1 578 23k , 38 23 9 55 4% i A
25T R 5 2 U I R I S A S 5
KB, = H B W NAFLD HL 2 8 & #% PGC-1a
R AR 38 %ok SE B, S 75 1R T NAFLD
BRI KRR, & BT IE PGC—1a ,PPAR« %5 56 4 5 fift
A L R 3Rk R AR 9 A= i R 4n SREBPe
LG FE T L UE BB 7 il 2 T PGC-1a fR 5

1 (carnitine palmitoyl

(recombinant un

VR TR R 0 A USRS 1 A B A AR R O
S 1 R Jo M R 4 e ASE A8 R R s S ) A TOA 1 B T
ISR OGS T PGC—1a, I 78 0 56 R gt 3
WM A Ji S i (acyl-Coenzyme A dehydrogenase, A-
CADS) .CPT1a ,CPT1R kLA A5 5 15 1 fife 8 3K 25 1
1(recombinant uncoupling protein 1, UCP1) K 5§
[ RRA T A EEEE 1(long chain fatty acid coenzyme
A ligase 1, ACSL1) NRF1 %13k , I35 T HF
ANAE AR B HER ) B4 IRYT S IR (high fat diet,
HFD) MR (1) C57/BL6J /IN B, BH 8 sk /0 JH- 448 e g s

HER AR FHALE W] g 5 H R SIRT1/PPAR -« 38
P W T A B O RRA DG, BE A T 5 W ik B TR
RETRFRI CSTBLA6) /INEL, T B b BRI I 43 75 7 41
fitf (aspartate transaminase, AST). H i = B§ (triglyc-
eride, TG)  £F 4 % (4 Jit (fibrinogen, FBG) %5 i ik
1% 3 (fasting insulin, FINS) & i DL R B & R 4K P48
# (insulin resistance index, IRI), B & T &5 i I 40
21 SIRT1 . PGC-1a I KIL KV, R EZ L B W)

Bl 2L (2 SIRT1/PGC—1ow 13K Bl 35 9 15 K
PUFUE AR AR ZE AL, DT U6 58 W DR o B 458 405120

r 24 LA [ R TS R BB LA 4 21
AMPK, 38711 SIRT1 F1 PGC—1a 2K 17K, 2 i LA
AL AR TR R = 4 DT il 2 P R i 965 B, e K
BB M AR T FR, 4 4R35 2 8% 0T GE#TE AMPK/
SIRT1/PGC— Lo 5 53 H E HF B 17 7= 44, 3 Jon 4 45
W it £k 1 R A 2 SO AT 3 2o ek 2 AR 5 A
B8 T S8 SR Uk 0 I B T ZMRE C T
K& HepG2 4H A 4 i i £ 22 TG & &, F+ & PGC—
la . PPARa .CPT—-1 SIRT1 (%) mRNA 1% (13 ik 7K
-, B HepG2 20 i (4 i 7 &5 FRI2, R824 v] I
J8 NAFLD K RUF4H 41 AMPKal . PGC—1ov A % 4l %
B 1 4(glucose transporter 4, GLUT4) .CPT-1.B
K EL 41 9% —2 (B—cell lymphoma—-2, Bel-2) 2 [ 4
Xtk T T ACC 28 FIAHXS ik i, Tk 1
JHREE R 7 A2 #2055 RAR Al i 36 1 PGC-1a R
5 B, B SD R U R I AR pERY
22 HHIEE PCC-la B RIER MK ENAFLD
TR R AE HF K T 2 5 NAFLD 1955 2 4T

i, I E NAFLD $EF2 , I & NAFLD H 3 i
TNF-a IL-6 IL-10 Fl 8 C S 8 & 6 i 3 Tt

*l:l I141
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TR o fe A A e TR R R AIEL [ Ak B ) HepG2 4N
JiL, D 3 PGC—1a £ 35 R [R] B 1A% K
F kB(nuclear factor kappa-B, NF-kB){5 %5, T %
TNF-a 2 5K F B =l 6 A & 25 B ] e
MRIGRIT AT PR DA AR 3Rk R R AEP,

2 52 5 2 H R T U ke o 9 1 PI3K-Ak/
mTOR-S6K1/AMPK-PGC— Lo 38 % , Bl 36 4 i 1% i
FIHSAER, BSHRA R B P ] 8 e NAFLD
BRI BUIFAE SIRT1 & PGC~1a mRNA (335 | [A] i
N UH NF-xB JEH 35, 2% NAFLD () el

2 B LA I R 9 T NAFLD K RUFIE
2 JelE X Z K (farnesoid X receptor, FXR) PPARa .
PGC—1a MY23A , I8 755 i JOE 9 i B ARl ehosts 4 1k

VRS A 22 BRI B A7 %0 3 AMPK/PPAR/
PGC-1a i 42, 3 iR W 1R A Ak , 2% NASH By i
JIERAER! 5 H B R B PCC—1adk ik, Ml ROS .
TNF-o IL-1B #l IL-6 (3535, 835 NAFLD JHFHEZ 2
(A B AR R AARAER K #5 R R 175 AMPK PPARY
PGC-1a R ik, AL M2 1t 4% I F kB (phosphory-
lation nuclear factor—kappa B, pNF-«B)/KF , il 3
NAFLD /)~ 5 JE 25 2336 5T P4 1% i 7% R 2R 0 4 12k 4
JifL i R0, 28 4k 22 BTl 1 PGC—1ae mRNA 3k, B%
ik TNF-a IL-6 mRNA Rk, il k3 NAFLD/) B
JFFIUE 2H £ 65T A £ i B R R AR M A i 1
2.3 HZHIFE PCC-la B SR BB ENAFLD

NAFLD 5 %0401 0% DI A OC | i o A 3 35 L 2%
S IERE BB, AT R AN R B) ROS A %
FLFRLRIA N BT, A 1651 44 g Wi I 4
$>60 1 Rg 105 28 P 48 $0>36 1) NAFLD ¥ &3

YA v s 5L 3% P A T O 3 i i 7% & T B 5 NAFLD
S IEAH DG, A B i SR B IK 175 5 B B NASH
/N BRURIR i TR A0 3 1) HepG2 T 40 Jid v NRF2 (1%
Gy AL us /b A e e A TR A 2R 1 2 i P
ROS, AT SO 404505 . 35 i 40 BB N ROS 52k
L LA ) R Bk DR LR R 3 ) A 5 2] M (dynamin - like
Drpl) |, £ Ki 14 %% 5% A ¥ A (transcription
factor A mitochondrial, TFAM) PGC —1a #I NRF1
FIR U T BB R AR5, 0 A A R A
— AT A>T A1 AT e A,

o 24552 J5 P N BE B AT AMPK # PPAR«

protein 1,

IS A P 102 A1 HepG2 41 b 45 bt
H B (L-Glutathione, GSH) 7K1 #8 % 1k ¥y 15 1k i
(superoxide dismutase, SOD){fi 1 , 3 5 H1 A 1L , 24
2 A R R 7 722 VRS B A 7S N BR L 3R NAFLD
K EURI A i A2 ¥ HepG2 4H i HF PPARa PPARB Al
¥ F kB #0l [H F (recombinant inhibitory subunit
of NF kappa B alpha, IkBa)Zik, Fii—%fb& &
Bl (nitric oxide synthase, iNOS)Z ik, fie ¥ I I 2
SEAY , 22 i AU TR, e P 4 i s e A R A5
e KL 20 S E AT E T PPARY/PGC-1a-
NRF2 {5530 B , i S8 A et B 457, #yAd 2
W I & %032 S BE S I IK NAFLD j:ﬁﬁ%ﬁiﬁi%ﬂ
PR A AT P U S A L 3 AR 7K - 3 — 2 R AT R
PGC—1o AT 7 £T 3% 2 (1 3526 11 5(fi bronectin type
Il domain containing protein 5, FNDC5)mRNA % ik
A R M R 3 A S PCC- 1o 3k TR IR
05 R B A Ak, W 4R 0L A B 1 AR T
AT 236 A0 A5 45170, A il j 2 18R mT 34 5 SIRT1/
PGC-1la {5 5 id ¥ , 34 98 7 E BT & AL RE T, 0D g
[ R AR S A b ROS A4 401, AT Bl 6 NASH 9%
RS, Acerola ZHHFLTG NAFLD /NEUNRE2 , 410 1l
AAL R B, BTG PGC—1a, FEMIRUCP2 3k, ATl 2k
3 NAFLDH!I,

3 45iE

NAFLD Jf3E —Fpl sz G50 , o 5 5 100 2L
FHAF A FFIERE BRS04  PGC-1au A4 R A
A=A B OGS Y R BFSEIE S PGC— 1o 38 3
IR B BT HE B A Ak I RAE R Y S xS 5 T
NAFLD % /£ % J& 78 NAFLD h & 544 B L
T2 B iA NAFLD J7 %0 3, SR 4 FH AL

A 52 4= ) B T W 9T S, P 2 E B 1] % PGC-
Lo J7 il R EEAE ], 3% NAFLD MRCR B35 2K
ML Al F A TR 259 VR AL AN T 55 0] A —
WL E R LR, (1) 255 )7 s i e i+
PGC—1o Je FAG 5 30 8 1) AR RE d AT R R e i 1]
1 HT B 9T 4 A R 25 R 5 NAFLD i 46 i
PGC-la K3k, LA K [m 77 7 TR AR AU R AE S
JO7 AR AR 7 SR DG A8 Al i PR R R AR Ak B b R G
5% PGC-la 5 55 W HARER T BRI 1 b = 24 1 M oK
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WEBEST I ] L5t A% 2 RIS 2H 2 S5 07 6 4 2
AR i | S B B 24 1 T AR VR D AU R BB O
(2)PGC—la 155 i i H Hir & A B & 11 R AR 2C 1
2 Wi AR, I RARGE 55 UL 5 b 259 4% PGC - 1o H]
F NAFLD E@*ﬁa‘é‘f@kﬁﬁ?ﬁﬁ%ﬂa%ﬁ%ﬁ%, HAH
PR FIAIL I 04 B B 22075 I R B 52 I (3)’ﬁx
IHITIERE NAFLD L i 48 45950 HA i R, 4R
i, 3&F PCC—1a {5 5 WA TT AL v A AT B AR 4f 1)
B, 25 LRTiR i — B IR ARG PGC-1a 5 NAFLD
0 S B LA BRI i 8 s AL, A 2R v B 2 B IR
NAFLD i A8 1 22401

5% 3Tk
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